A protein highly expressed in the testes seems to control alternative splicing in male germ cells, and is important for fertility, according to a study in mice [1].
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RAN-Binding protein 9 (RANBP9) is a scaffolding protein that binds a variety of other proteins, from cell surface regulators to intracellular factors. RANBP9 is expressed in all tissues, but is found at high levels in the brain and testes. Mice deficient in RANBP9 have severely impaired spermatogenesis or premature ovarian failure. The analysis of the role of RANB9 in fertility has been complicated, because very few RANBP9-deficient mice make it to adulthood-most die as neonates.
Jianqiang Bao et al. generated mice deficient in RANBP9 specifically in Sertoli cells or in germ cells. They found that RANBP9 was not required for proper Sertoli cell development or function. In contrast, mice lacking RANBP9 in germ cells had impaired fertility and were depleted of developing sperm. Further analysis of these mice showed extensive dysregulation of alternative splicing, a process that is highly active in late pachytene spermatocytes and in spermatids: 695 transcripts had aberrant splicing patterns, and 154 of these transcripts were directly bound by RANBP9 in immunoprecipitation assays.
RANBP9 was also shown to interact with several alternative splicing factors.
The researchers speculate that mutations in RANBP9 may account for some cases of unexplained male infertility. The findings also may provide insight into the role of RANBP9 in other organs, such as the brain.
